Introduction
It has recently become clear that acute infection with human immunodeficiency virus (HIV) may present with a neurological illness. Such a variety of neurological "seroconversion syndromes" has been described that primary infection with HIV enters into the differential diagnosis of most of the major categories of acute neurological disorder (table 1) . We describe a patient presenting with an acute cauda equina syndrome, a condition not hitherto associated with seroconversion to HIV, which proved to be the result of a primary infection. It subsequently proved that our patient had been exposed to risk of HIV infection through heterosexual intercourse throughout the month before her neurological illness. During the month following the onset of her symptoms her perineal sensation improved somewhat and she regained control of her bladder. However, over the following two months The combination of urinary retention and sensory loss in sacral dermatomes noted in our patient indicated pathology in the cauda equina, or possibly the lowest segments ofthe spinal cord. This is the first reported case of such a syndrome occurring during seroconversion to HIV: "bladder paresis and asymmetric severe back pain" have previously been recorded in a patient with primary HIV infection,2 but he declined lumbar puncture and the neurological syndrome was not fully characterised.
Infection with either herpes simplex virus'3 or herpes varicella-zoster virus`4 may cause a similar syndrome in immunocompetent patients, with sacral sensory and sphincter disturbance and spinal fluid lymphocytosis. The associated skin lesions are usually apparent, although formal examination of the uterine cervix may be necessary to demonstrate them. '5 In patients with established AIDS cytomegalovirus'6 sometimes causes a progressive polyradiculopathy, which may present with a cauda equina syndrome. Serological tests, however, excluded acute infection with these viruses in our patient.
Our case raises the possibility that infection with HIV itself might sometimes be responsible for cauda equina syndromes in established AIDS. These have been attributed previously to cytomegalovirus infection. However, the clinical course and spinal fluid findings in our patient clearly distinguish her illness from the neuropathies associated with cytomegalovirus in AIDS.6 17 Whereas our patient's symptoms improved spontaneously to some extent, the cytomegalovirus related neuropathies previously described tended to progress relentlessly unless patients received early and specific anti-viral treatment. Furthermore our patient showed a lymphocytic response in the spinal fluid, while the reported cytomegalovirus neuropathies have often been associated with the presence of a high neutrophil count in the spinal fluid, a rare occurrence in other neuropathies and a valuable diagnostic pointer. This spinal fluidneutrophilia may reflect the predominance of neutrophils reported in the endoneurial inflammatory infiltrate of cytomegalovirus neuropathy in AIDS. 17 The case illustrates a number of important points. First, acute infection with HIV should now be considered in the differential diagnosis of a wide variety of acute neurological disorders. In particular, acute neurogenic retention of urine may reflect primary infection with the virus. Second, where neurological illness due to primary infection with HIV is suspected it is important to attempt to culture HIV from serum or spinal fluid, and to seek the presence of HIV antigenaemia, since antibody to HIV will not be detectable until some days after exposure. Third, a raised IgG:albumin ratio in the spinal fluid, and electrophoretic abnormalities such as oligoclonal bands, are not specific to multiple sclerosis, but are in fact entirely consistent with the
